W e report a case of cerebellar infarction due to giant cell arteritis of the basilar and anterior cerebellar arteries. A similar arteritis involved the carotid, coronary, renal, ovarian, and uterine arteries. Although intracranial involvement by systemic giant cell arteritis has been previously described, cerebellar infarction is a rarely described complication.
Case Report An 85-year-old woman was admitted with a 2-week history of sudden onset of a right-sided headache associated with nausea and vomiting and episodic ataxia, with a tendency to fall to the right. Her history included atrial fibrillation, hypertension, and a mastectomy for carcinoma of the breast 7 years previously. On 
Postmortem Examination
On neuropathologic examination, the fresh brain weighed 1370 g. Vessels of the circle of Willis showed no evidence of thrombosis, but there was mild atheroma with up to 30% stenosis of the basilar artery. Segmental atheroma in the right middle cerebral arteries were noted. The cerebellar branches of the basilar and vertebral arteries were free of atheroma. There was softening superolaterally in the right cerebellar hemisphere. On sagittal sectioning, a wedge-shaped area of softening with loss of gray-white definition was present in the distribution of the right anterior inferior cerebellar artery (AICA) (Fig 1) Previous cerebellar ischemia, as indicated by the proliferation of Bergmann astrocytes (Fig 3) , was consistent with the clinical history of a stepwise development of the neurological deficits.
Discussion
Although previously regarded as a predominantly temporal arteritis, giant cell arteritis is now recognized as a systemic disorder.' Autopsy studies2-4 have revealed that intracranial vessel involvement is uncommon and usually limited to the vertebral and basilar arteries. AICA vasculitis has not been described in any previous reports. There is no evidence to suggest that giant cell arteritis causes a diffuse intracranial involvement; however, there has been nosological confusion in the literature with isolated primary angiitis of the CNS (ICA).5 Cerebellar or cerebral infarction, predominantly in the distribution of the posterior circulation, has occurred in 6 of 30 autopsied patients with systemic giant cell arteritis due to involvement of the vertebral and basilar arteries but not the AICA.36 8 In nonautopsy studies, the etiology of cerebral infarction in biopsyproven temporal giant cell arteritis remains presumptive. A clinical study of 166 such cases revealed an incidence of cerebral infarction in 5 patients. This did not exceed the incidence of cerebral infarction in an age-matched population.5 Without autopsy it is difficult to exclude atheroma and other more common etiologies of infarction on clinical and angiographic information alone, and the latter do not exclude ICA.
Autopsy studies9 have shown that cerebellar infarction is usually caused by occlusion of the vertebral artery (50%), and less frequently the basilar artery (35%) or a cerebellar artery (20%). Cardioembolic occlusion is more frequent than thrombotic occlusion except in AICA territory infarcts, in which the situation is reversed. Artery-to-artery embolism has also been implicated in AICA occlusion. Cerebellar watershed and lacunar infarcts may also occur. Rare causes include arterial dissection, fibromuscular dysplasia, infective emboli, thrombosis related to the lupus anticoagulant,'0 and intracranial systemic GCA, as in our case.
Necrotizing arteritis secondary to amphetamine and cocaine use has also been associated with cerebellar infarction."l Intracranial involvement by systemic giant cell arteritis must be distinguished from ICA of the CNS, which usually involves headache and either multifocal or focal neurological deficits or rapidly progressive dementia. The erythrocyte sedimentation rate is not elevated, and the cerebrospinal fluid often contains inflammatory Although endartertis obliterans is more common, tuberculous menengitis may occasionally cause a granulomatous vasculitis, as can sarcoidosis and Takayasu's arteritis. However, involvement of the CNS is rare in the latter two conditions.'4 Granulomatous angiitis has also been reported in patients with cerebral amyloid angiopathy, in which amyloid is deposited in vessel walls. In these cases amyloid has been found in the cytoplasm of multinucleate giant cells. '5 We report the uncommon occurrence of systemic giant cell and intracranial arteritis in which the terminal event appears to have been cerebellar infarction superimposed on previous, episodic cerebellar and brain stem ischemic episodes.
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